Comment
The diagnosis is clearly one of isolated hypogonadotrophic hypogonadism. Failure of sperm count to respond to HCG provides evidence of FSH as well as LH deficiency, and both are probably partial. FSH will now be added to his treatment regime. The plasma TLA (principally plasma testosterone) was measured by a simple proteinbinding method (to be published elsewhere). It provided confirmatory evidence of hypogonadism, and was useful in following treatment. The good biochemical and clinical response to low dosage with HCG suggests that much higher levels used by Crooke et al. (1968) (36,000 units/ week) are unnecessary and unphysiological.
The dental hypoplasia is unexplained but is not a recognized feature of hypogonadotrophic hypogonadism, although other mid-line facial anomalies may be associated (Paulsen 1968 
MrsGC,aged68
History: Admitted 13.11.68 with a 2i-year history of gross abdominal swelling preceded by cedema of ankles which had not responded to oral diuretics; also lassitude, weakness and some ataxia. There had been some diarrhoea, alternating with constipation, piles and a vaginal prolapse. On examination: Pale and frightened. Ankle cedema and tense ascites. Chest X-ray showed no pleural effusions or evidence of pericardial effusion. Readmitted 31.12.68 because of reaccumulation of ascites. No neoplasm detected on gynmcological examination. A further paracentesis produced 2,600 ml of clear fluid; malignant cells were again not found. Further investigations: Hb 78%. ESR 47 mm in 1 hour. WBC 4,000 (normal differential). Blood urea 42 mg/100 ml. Serum albumin 3 9, a1globulin 0 4, a,-globulin 0 4, n-globulin 0-6, y-globulin 2-1 g/100 ml. Serum cholesterol 315 mg/100 ml. Barium meal revealed no abnormality.
Myxcedema was then suspected because of her slightly puffy eyelids, croaky voice, dry skin, lank hair and mild ataxia. Angle-jerks absent. On direct questioning the patient admitted to undue sensitivity to cold and deepening of the voice over several years. No family history of thyroid disease, but mother and paternal aunt had pernicious anemia. ECG showed classical low voltage and flat T waves of myxoedema. PBI 1 ,ig/100 ml.
Treatment was started on 12.2.69 with L-thyroxine which was gradually increased from 0 05 mg to 0-2 mg daily. She improved steadily in all respects with no recurrence of her ascites. ECG (30.4.69) showed normal voltage and T waves. Moderate cedema of ankles has persisted and treatment with frusemide 40 mg every other day has been continued.
Present condition: The patient is now clinically euthyroid, she is no longer worried by her hemorrhoids or vaginal prolapse and is without ascites.
